Recent population-based studies of expecting mothers identified a unique profile of immune markers that are associated with an increased risk of having a child diagnosed with autism spectrum disorder (ASD). This immune profile, including increased levels of maternal and placental interleukin (IL)-4 and IL-5, is consistent with an immune response found in an allergic-asthma phenotype. Allergies and asthma reflect an imbalance in immune responses including polarization towards T-helper type 2 (T H 2) responses, with both genetic susceptibility and environmental factors affecting this T-cell polarization. Mouse strains provide a known and controlled source of genetic diversity to explore the role of genetic predisposition on environmental factors. In particular, the FVB background exhibits a skew towards T H 2-mediated allergic-asthma response in traditional models of asthma whereas the C57 strain exhibits a more blunted T H 2 polarized phenotype resulting in an attenuated allergic-asthma response. C57BL/6J (C57) and the sighted FVB.129P2-Pde6b(+) Tyr(c-ch)/Ant (FVB/Ant) lines were selected based on their characteristic high sociability and differing sensitivity to T H 2-mediated stimuli. Based on the distinct allergy-sensitive immune responses of these two strains, we hypothesized that unique developmental consequences would occur in offspring following maternal allergy-asthma exposure. Female C57 and FVB/Ant dams were primed/sensitized with an exposure to ovalbumin (OVA) before pregnancy, then exposed to either aerosolized OVA or PBS-vehicle throughout gestation. Sera from pregnant dams were analyzed for changes in cytokine profiles using multiplex-arrays and offspring were assessed for changes in autism-like behavioral responses. Analysis of maternal sera revealed elevated IL-4 and IL-5 in OVAtreated dams of both strains but only C57 mice expressed increased levels of IL-1b, IL-6, TNFa, and IL-17. Behavioral assessments revealed strain-dependent changes in juvenile reciprocal social interaction in offspring of maternal allergic asthma dams. Moreover, mice of both strains showed decreased repetitive grooming and increased marble burying behavior when born to OVA-exposed dams. Together, these findings support the important role genetic predisposition plays in the effects of maternal immune activation and underscore differences in ASD-like behavioral outcomes across mouse strains.
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Introduction
Autism spectrum disorders (ASD) are a phenotypically diverse class of neurodevelopmental disorders characterized by social-communication deficits and restrictive/repetitive behaviors (Association, 2013) . Twin studies indicate that ASD is highly heritable (Hallmayer et al., 2011) and research suggests that familial history of autoimmune diseases like rheumatoid arthritis, celiac disease, and type-1 diabetes increase the risk for an ASD diagnosis (Atladottir et al., 2009 ). However, the hundreds of genes linked to predisposition and the wide variation in the genomic pattern from individual to individual has made it difficult to identify a distinct genetic marker (Vijayakumar and Judy, 2016) . Consequently, research is looking beyond exclusively genetic origins of ASD and considering environmental influences, particularly the connection to immune system perturbations. Epidemiological studies have
